The traditional concept that mutiple sclerosis is a disease confined to the central nervous system (CNS) has been challenged on pathological' and electrophysiological grounds.2 3 We have recently reported results of a single fibre electromyographic study of patients with this disease showing significant abnormalities in the peripheral nervous system (PNS). 4 The present study of the same group of patients involves estimation of the motor unit numbers and motor unit potential parameters as a further sensitive test of peripheral nerve and muscle function. The 
Results
The results shown in Tables 1 to 3 are expressed as the mean ± 1 standard deviation and the statistical significance estimated using Student's t test. In the tables the patients have been divided into subgroups as follows (see table 1 Table 2 shows the mean shortest distal motor latency (SDML), mean fastest motor conduction velocity (FMNCV) and the mean area of the supramaximal compound action potential (MCAP) in each group. The mean SDML is not significantly different from the control value in any groups, nor is there any difference between those patients with and without neuropathy and with and without abnormal jitter. In the patients with neuropathy, however, the mean FMNCV is significantly less than in the control group and the patients without neuropathy. In addition the mean area (MCAP) is significantly smaller in the subjects with neuropathy than in the control subjects, and smaller (though not to a significant level) than the patients without neuropathy. Table 3 shows the MUP parameters in the various subject groups. In the patients with neuropathy the motor unit numbers (MUN) are markedly reduced. The mean MUP amplitudes and areas are significantly increased in this group compared with control values and patients without neuropathy. There is a significant increase in the MUP duration in the group with abnormal jitter compared with that with normal jitter. Only the subgroup with abnormal jitter in the group without neuropathy had a mean MUP latency significantly different from the control values. The mean MUP amplitude and area are closely correlated (r = 0-90 p<0-001) although we have argued previously'6 that the area is the most reliable index. Both are significantly increased compared with the control subjects in all the patient groups apart from those without neuropathy who had normal jitter. The greatest amplitude and area were obtained in those patients with a neuropathy, and these were significantly larger than in patients without neuropathy.
Discussion
The results have confirmed the previous findings12 that SDML 
MUP latency
The mean MUP latency of the abnormal jitter group is significantly prolonged. This latency is the time taken for the action potential to pass from the point of stimulation to the branching of the axon, the time for conduction through the intramuscular nerve branches and for neuromuscular delay. The normal FMNCV suggests that the fastest axons proximal to the intramuscular nerve branches are functioning normally and our attention is therefore drawn to the branches themselves and to neuromuscular transmission. Increased SFEMG jitter is usually attributable to the variability of the rise time to threshold of the endplate potential (EPP) when the safety factor for transmission is reduced. Theoretically, fluctuation in saltatory conduction in the intramuscular branches could produce the same effects on the jitter. Slowing of impulse propagation in immature collateral sprouts involved in reinnervation has been reported2l"2 and could explain both the abnormal jitter and increased MUP latency. The 
